SUMMARY The incidence of minor congenital anomalies was examined in 36 patients with ataxic cerebral palsy, in unaffected family members, and in 100 unrelated control subjects. None of the control subjects or family members had more than four anomalies, and 25 of 36 (69%) of the patients had more than four. The distribution of anomalies differed considerably, with 60% of the index cases having seven or more, and 94% of the controls having three or less. The number occurring in the patients was significantly more than in their relatives. Of the 25 patients with more than four anomalies, 16 (64%) had undergone potentially adverse perinatal or early postnatal events. Thus minor congenital anomalies were considerably more frequent in those with ataxic cerebral palsy than in related or unrelated control subjects. These anomalies may be markers of early prenatal factors that contributed to the adverse outcome either directly or by predisposing to perinatal difficulties.
Retrospective allocation of a cause of cerebral palsy is strongly influenced by observer bias. It has often been guessed at after reading inadequately recorded histories, and coloured by known associations such as preterm birth and diplegia.' It would therefore be of value to devise some marker that might indicate an association with a prenatal event, such as minor congenital anomalies. These are relatively infrequent physical features that in themselves have neither medical nor cosmetic importance.2 They are harmless phenomena that may occur in completely healthy individuals. The recognition of these indicators of altered morphogenesis does, however, alert the clinician to the possibility of a more serious defect, and it has been argued that in excess they correlate with disturbances of neurological development occurring during embryogenesis. -6 In ataxic cerebral palsy these early prenatal disturbances are probably of the utmost importance.7 Patients with this syndrome were therefore examined to find out whether they had significantly more minor congenital anomalies than a normal population and their own families. The prenatal, perinatal, and postnatal histories were also analysed.
The purpose of this study was to see if patients with ataxic cerebral palsy had more minor congenital anomalies, and if so to see if this finding correlated with the history.
Patients and methods

DIAGNOSIS
Cerebral palsy is defined as a group of disorders of movement and posture due to a non-progressive defect or lesion of the developing brain.8 When this disorder is an ataxia that is not primarily due to muscle weakness, spasticity, choreoathetosis, or dystonia, it is called ataxic cerebral palsy. Thirty six cases, all over 5 years of age, were found, and personally examined to ensure that they fulfilled the criteria for diagnosis.
HISTORY
A full history was taken. Further information and as many aspects as possible were checked against the records of various institutions, hospitals, medical practitioners, and a comprehensive cerebral palsy register.9 Particular emphasis was placed on certain aspects.
Prenatal history
This included items such as drugs, maternal illnesses and accidents, surgical operations, threatened abortions and antepartum haemorrhage, toxaemia, length of gestation, and birth weight. Events that occurred after 4 months' gestation and before the onset of labour were termed late prenatal. Where there was an uneventful history, evidence of Mendelian inheritance, or the presence of overt congenital abnormalities, then an association with the period of embryogenesis was implied. These findings were termed early prenatal. 
Perinatal history
Results
Thirty six patients (two of whom were sisters) were diagnosed as having ataxic cerebral palsy; their mean age was 14 years (range 5-34). Table 2 shows the incidence of minor congenital anomalies in the control population; none had more than four. Thus if more than four were found in any of the cerebral palsy patients, this was considered significant. The probability of misclassifying a control as a patient using this discriminant is statistically highly unlikely (binomial distribution, p<O.0005). Table 3 shows the number of minor congenital anomalies in the index cases and the family members. For the analysis, the sign test was carried out by examining the difference between the number of anomalies in the patient and the number in the relative with the maximum number of minor congenital anomalies; the patients had significantly more (p<O0O1). Apart from the family with two affected sisters, no family member had more than four minor congenital anomalies.
The relevant parts of the histories (some of which contained events that might retrospectively have been thought to contribute towards the neurological deficit) and the number ofminor congenital anomalies found are given in tables 4 and 5. Table 4 shows those cases in which an early prenatal event might be associated with the development of cerebral palsy as judged from their histories, and table 5, those There are three cases (3, 12, 13) which, from their histories, seem to be of postnatal origin; two of these did not have more than four minor congenital anomalies. The third case was a 'near miss SIDS' and one might speculate that the infant was abnormal before the event.
Of 
